Gentamicin in concentrations of 0.05-0.2 mmol litre" 1 blocked neuromuscular transmission in the toad sartorius nerve-muscle preparation by decreasing the release of transmitter. In concentrations of 0.5-1 mmol litre" 1 it decreased the amplitude of the miniature end-plate current by a curare-like action, without affecting the mean open channel lifetime.
Antibiotic-induced neuromuscular blockade has been reported in patients following the use of aminoglycosides, tetracyclines, polymixins and colistin, and lincomycin (Pittinger and Adamson, 1972) . In clinical practice, the aminogly cos ides are the most frequent cause of such problems (Pittinger, Eryason and Adamson, 1970) . Previous studies with neomycin have demonstrated a decrease in the postjunctional acetylcholine sensitivity and a magnesium-like action on the nerve terminal (Elmquist and Josefsson, 1962) . Tissue-bath experiments using the phrenic nervediaphragm preparation, followed by bioassay of the acetylcholine in the bath fluid, have also shown a decrease in the release of acetylcholine in the presence of neomycin or gentamicin (Vital Brazil and PradoFranceschi, 1969) . However, experiments of this type are difficult to interpret as much of the acetylcholine release is consequent on the presence of added anticholinesterases, which are necessary to prevent the hydrolysis of acetylcholine during the experiments (Torda, 1978) . Therefore, a series of experiments was undertaken to define the action of an aminoglycoside antibiotic at the neuromuscular junction. As gentamicin is at present the most commonly used member of this group in our hospitals, it was chosen for these experiments.
To define the prejunctional effects, the quantal content of the end-plate potential (e.p.p.) was measured. For the postjunctional effects the membrane potential was measured, miniature end-plate potentials (m.e.p.p.) and miniature end-plate currents 1 . The signals were amplified, passed through an analog delay unit and averaged on a "Neurolog" averager. The average of 64-256 potentials was then printed out on a chart recorder. When e.p.p. were recorded a calibration signal of 1 mV and 10 ms duration was also injected into the system, about 50-70 ms after the nerve stimulus. In the latter experiments the nerve was stimulated through a suction electrode at 1 Hz with supramaximal square wave pulses of 100 ys duration. To eliminate the stimulus artefact the polarity of the stimulator pulse was reversed half way through the averaging process. Figure 1 shows schematically the experimental set-up. The quantal content was calculated from the ratio of e.p.p. to m.e.p.p. and as the e.p.p. were of low amplitude, no correction for non-linear summation was made.
M.e.p.c. were recorded extracellularly through electrodes filled with sodium chloride 3 mol litre" the gentamicin and there was no effect on the resting membrane potential.
Quantal content
The quantal content of the e.p.p. was measured at four end-plates in each of three solutions containing gentamicin 0.05, 0.1 and 0.2 mmol litre"
1 . It was found to be decreased in a concentration-dependent manner (table II). As stated above, gentamicin 0.3 mmol litre" 1 caused near complete block of evoked transmitter release. Greater concentrations blocked release completely. The resting membrane potential was unchanged.
Miniature end-plate currents
M.e.p.c. were recorded from 11 end-plates in control solution and solutions containing gentamicin 
SUMARIO
Se realiz6 un estudio de las respuestas hemodinamicas a la anemia isovolumica (intercambio dextran/sangre) en siete perros tratados previamente con 20 mg kg" 1 peso corporal de propranolol durante 3 semanas. El bloqueo betareceptor adrenergico no impidi6 aumentos significativos del ritmo cardiaco (hasta un 19%). El volumen-minuto cresci6 en approximadamente 20% mientras que la resistencia vascular sistemica disminuia en la misma proporci6n. La extraccidn de oxigeno se increment6 de un 24% a un 35% y esto se refiej6 en un descenso de 1,2 kPa del Po, venoso mixto. La respuesta hiperdinamica moderada de la circulaci6n a la hemodiluci6n en presencia de un bloqueo betareceptor adrenergico de alto grado contrasta mucho con la importante respuesta hiperdinamica registrada en ausencia del mismo e indica que los mecanismos compensatorios normales se hallan considerablemente afectados.
